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THE SEQUENTIAL CHANGES OF SERUM ACUTE PHASE REACTANTS
IN RESPONSE TO ANTITUBERCULOUS CHEMOTHERAPY

Kiyoshi SUZUKI * , Yoshimitsu TAKASHIMA, Takashi YAMADA,
Jinichiro AKIYAMA, Kazuyuki YAGI, Masahiro KAWASHIMA
and Masaki SATO

(Received for publication June 5, 1991)

In order to evaluate the clinical effectiveness of response to antituberculous chemothe-
rapy, we measured the serum levels such of acute phase reactants as C—reactive protein
(CRP), alpha—l-acid glycoprotein (a;—AG), haptoglobin, alpha—l-antitrypsin (a;—AT)
and sialic acid in 24 patients with pulmonary tuberculosis. Furthermore the relationship
between these parameters and other biochemical indicators, such as serum immunoglobulins
(IgG, IgA and IgM) and blood erythrocyte sedimentation rate (ESR) were observed.

In the case studies of the eighteen prognostically cured patients, the serum levels of
a,—AG, haptoglobin, a;—AT and sialic acid were significantly higher than those of healthy
controls (P<0.01), and were significantly decreased to normal levels within three to five
weeks after negative results for tubercule bacilli were obtained in the sputum cultures, while
CRP, immunoglobulin and ESR showed a tendency to be lower than the healthy controls.

In conclusion, a;—AG, haptoglobin, a;—AT and sialic acid are considered to be the
sensitive biochemical indicators capable of being used to predict and monitor the clinical
response to antituberculous chemotherapy.

* From the Department of Clinical Laboratory and Chest Disease Department, Shimada
Municipal Hospital, 1200—5 Noda Shimada City, Shizuoka 427 Japan.

— 1 —



304

Key words : Antituberculous chemotherapy,
Alpha—1-acid glycoprotein, Haptoglobin,
Alpha—1-antitrypsin, Sialic acid, C—reactive
protein, Erythrocyte sedimentation rate

oM 6T & W4

an

+—0— X SRR, o BREER, T
Froey, q-TYFLrY Ty, TR, C
—RGtEER, TRk

s IR DIED b RiEEIE ORI & L TiEk& D
X, v Ny ) VIR, MECERIRE S &
EENTVWS, LHL, BFLEINSORETTHD
LREALVTHAHVY, zrThbhbhlid, BEI
EAIRE R M EEE 0T, M OIEEIEOTEER
L LTREB»OKE GlER) & L TRIBEBA AR
BIHEHOKKEITV, FEISMRETZMA 72,

SRELZCBVLT, MBEASE, FLLlTabiD
y 77y SR 52 LB HIEENT
W3, bhvbhid, RIS L TV 5 T—cell
v<ws o7 r—v (M¢) OEMHY ORMBERTEEREL
LT, taEsra 7y v EeaniEAE (acute phase
protein : APP) w#&H Lo b b, EHlL
T—cell ® M¢ &, BADH A4 + A4 vEHFWL, TN
55 Bcell P IFHIMIC/E L THE I v T ) v®
APP @EAEE LT, 2oL Nt KBEh

ESR
(mm/hr)
151 150 150 150
145&139 o
| .
14]3

1%@§

120 k\
: \ \

100

8

(=}

6

(=}

4

o

2 |

(=}

B EhMEFEaNEY, £2T, fFEIs0T) v ELT
IgG, IgA, 1gM %2APP & L TCRP, a;—acid gly-
coprotein (@;—AG), Haptoglobin (HP), a;—anti-
trypsin (a,—AT) ZHEL 7

x5lc, v7 VEBMSAPP & BIFSHBEEER L,
APP RERIEHSNTV S I EBFIONTWVE Y,
T+, bhbh ZIEBMNEEE M Y 7 VER(E
DBEEZICERTESCEV EERELLY, £CT
L, WG LR T I B 1 B v 7 VR ORI
T A REL, Z0E(H APP OZELERBL 5 50
En it Ui, 2 LT, i< b bW TlE
sNTWVAHRL (ESR)Y 258 & L THEREL
1o

%E L UHTE

Mg, V7 vEVY, AV=TFTYF, TIVTH

o—o Prognostically unfavarable cases
o—e (linically cured cases
t  Dead
o

Therapy induction

Time after admission (weeks)

Fig. 1. Sequential Changes in ESR during Course of Admission in Patients
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Fig. 5. Sequential Changes in Serum Sialic Acid during Course
of Admission in Patients with Tuberculosis
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